The motor correlates of the delay in gastric emptying produced by hyperglycaemia were investigated in 11 healthy volunteers. Fasting gastroduodenal motility was measured during euglycaemia (blood glucose concentration 3-5 mmolIl) and during hyperglycaemia induced by intravenous dextrose ( Before the start of each study a cannula was inserted into an antecubital vein. Each study began in phase I or phase IIA`of the interdigestive motor complex. Once the manometric assembly was correctly positioned, 150 ml normal saline was given intravenously over five minutes: thereafter normal saline was infused at a rate of 150 ml/hour. These volumes were chosen to control for the volume of intravenous dextrose required to maintin hyperglycaemia. After 30 minutes an intravenous bolus of 150 ml of 20% dextrose was given over five minutes, followed by an infusion of 20% dextrose. Blood was drawn from a cannula placed in an antecubital vein of the arm not used for glucose infusion, and venous blood glucose concentrations were measured with BM-Test-Glycemia 20-800 strips (Boehringer-Mannheim) and a portable blood glucose meter (Refloflux IIM, Boehringer-Mannheim) at 
In normal subjects, hyperglycaemia induced by intravenous glucose infusion has been associated with slowing of gastric emptying of nutrient liquid meals [1] [2] [3] and a reduction in the rate of absorption of the sulphonylurea drug glipizide. 4 Furthermore, a relation between delayed gastric emptying and poor glycaemic control in patients with diabetes mellitus has been shown.56 There is little information about the motor mechanisms by which hyperglycaemia slows gastric emptying. Barnett ,Weight was correctly positioned across the pylorus according to previously published criteria -that is if the antral transmucosal potential difference was more negative than -20 mv, the duodenal value was more positive than -15 mv, and the difference between the antral and duodenal measurements was at least 15 mV.89 On these criteria, the assembly was positioned correctly for more than 95% of the total recording time during the experimental period.
As in previous studies89 pressure waves were scored if their amplitude was greater than or equal to 10 mmHg. Waves Figure 2 .
There was a prompt increase in the mean blood glucose concentration from 4 mmol/1 to 13 mmol/l after the initial bolus of dextrose. Blood glucose concentrations were subsequently maintained at approximately 14 mmolIl. An example of a tracing from one subject showing the changes in motility patterns associated with hyperglycaemia is shown schematically in Figure 3 .
The number of isolated pyloric pressure waves was significantly greater during hyperglycaemia than euglycaemia (Fig 4) . There was no significant difference between the number of waves during the first 30 minutes of hyperglycaemia and the second 30 minutes of hyperglycaemia. Neither during hyperglycaemia nor euglycaemia was there evidence ofpyloric tone in any subject.
There was a prompt reduction in the number ofantral waves after the onset ofhyperglycaemia. This reduction was sustained, almost no antral activity being observed during the second 30 minute period of hyperglycaemia (Fig 5) . No antral phase III activity was seen after the induction of hyperglycaemia, but in nine of the 11 subjects an episode of high amplitude duodenal pressure waves with a rate of 10-14 per minute and a duration of three to five minutes was observed within mean (range) 15 (4-15) minutes ofthe dextrose bolus (Fig 6) induced by cold, pain,2526 and labyrinthine 
